Introduction
Acquired haemolytic anaemia arising apparently for the first time during pregnancy or the early puerperium is an uncommon occurrence. Lillie, Gatenby & Moore (1954) described one such case in 4314 pregnancies, Lescher (1942) , Bateman, Hutt & Norris (1959) and Jankelowitz, Eckerling & Joshua (1960) each described one case of acute intravascular haemolysis of obscure origin occurring during late pregnancy and Albers (1938) , Young (1942) , Kistner & Assali (1956) , Pritchard et al. (1953 Pritchard et al. ( , 1954 , Seftal & Metz (1957) , Goodall (1961) and Brain et al. (1968) described cases of acute intravascular haemolysis associated with eclamptogenic toxaemia of pregnancy. Brain (1963) (quoted by Dacie, 1967) described five cases of haemolytic anaemia in women during the early puerperium.
In the case presented here, a haemolytic crisis made its appearance in the early puerperium and responded well to a course of corticosteroids. pints of blood (4 pints being packed cells) but the haemoglobin on 5 November 1968 was only 5'4 g/ 100 ml (37%). Other haematological findings were as follows:
WBC 23,000/mm3, neutrophil polymorphs 86%, metamyelocytes 5%, eosinophils 1 %, lymphocytes 7%, monocytes 1 %, platelets 10,000/mm3, reticulocytes 15%. In the blood film the red cells showed anisocytosis and poikilocytosis. There was marked polychromasia; fragmentation of cells and a number of burr cells were also seen and a few normoblasts (1/100 leucocytes). The polymorphs showed a shift to the left.
The patient was then transferred to the care of Dr C. D. R. Pengelly. Apart from pallor, there were no abnormal physical signs. Investigations done on 6 November 1968 were as follows:
Hb 5-3 g/100 ml (36%), RBC 1-7 million/mm3. Platelets 35,000/mm3. WBC 17,000/mm3. Differential white cell count and film appearances were similar to those of the previous day. Direct Coombs' test negative. L.E. cells negative. Blood group 0, Rh positive. No antibodies in the blood. Schumm's test negative; no free haemoglobin in the plasma. Serum haptoglobins: none detected. Urinary urobilinogen: large excess. Serum bilirubin, 2-0 mg/100 ml. Serum lactate dehydrogenase 670 m.I. units/ml at 37°C (normal range 70-240). Serum oe-hydroxybutyrate dyhydrogenase 580 S units/ml at 37°C (normal range 55-125). Serum glutamateoxaloacetate transaminase 4 m.I. units/ml at 37'C (normal range 5-15). Serum salicylates: none detected. Bone marrow: normoblastic hyperplasia compatible with a reaction to haemolysis.
Management
The patient was treated with prednisolone commencing with 40 mg/day on 6 November 1968. She had a further transfusion of 3 pints of blood on 10 November when the haemoglobin level was still 4.9 g/100 ml (34%). On 12 November the haemoglobin level was 10-0 g/100 ml (68%) and the platelets 85,000/mm3. Urinary urobilinogen had returned to normal on 18 November. Prednisolone was gradually reduced from 14 November. When discharged from the hospital on 21 November, haemoglobin Fig. 1 .
Discussion
The case presented here shows a definite acute haemolytic syndrome of the acquired type. Following childbirth there was a sudden and rapidly progressive anaemia which did not improve despite adequate blood transfusions. The anaemia was associated with signs of increased red-cell destruction and regeneration, a raised serum bilirubin, increased excretion of urinary urobilinogen, marked reticulocytosis, absent serum haptoglobins, normoblastic proliferation in the bone marrow and a great rise in the serumhydroxy-butyrate dehydrogenase level.
There are numerous possible causes of haemolytic anaemia in pregnancy and the puerperium. Most of those in the literature associated with eclamptogenic toxaemia of pregnancy, proved fatal due to renal failure. Necropsy in these cases showed thrombi within arterioles and capillaries with or without fibrinoid necrosis of arterioles and necrotizing arteritis. Thrombocytopenia was present. Brain, Dacie & Hourihane (1962) introduced the term microangiopathic haemolytic anaemia for this group of cases. MacWhinney et al. (1962) in a discussion on thrombotic thrombocytopenic purpura drew attention to the similarity between the blood picture in this disease and that in eclampsia and also the similarity of the vascular lesions in the two disorders. The five cases of microangiopathic haemolytic anaemia between the 3rd and 9th day after childbirth described by Brain (1963) also gradually went downhill and died of renal failure. At necropsy fibrinoid necrosis of arterioles associated with partial infarction or cellular proliferation of glomeruli was seen.
Haemolytic anaemia secondary to certain underlying diseases such as leukaemia, malignant lymphoma, Hodgkin's disease (Dacie, 1967a) and exposure to certain drugs such as phenacetin (Dacie 1967b ) might occasionally occur during pregnancy. Many of these cases have an autoimmune basis and might then respond to corticosteroid therapy. Besides the above causes of haemolysis during gestation, congenital haemolytic anaemias may sometimes become manifest for the first time during pregnancy or the puerperium.
In these cases signs of corpuscular defects such as a high proportion of spherocytes, the sickling phenomenon or abnormal haemoglobins are present.
In the present case there was no evidence of any concomitant disease such as leukaemia or reticulosis or of drug ingestion liable to produce haemolysis. However, she did have mild pre-eclampsia, marked thrombocytopenia, blood urea 55 mg/100 ml at the time of the haemolysis, no antibodies in the serum and showed red cell fragmentation and a few burr cells. These findings raise the possibility that this patient might have been a mild example of microangiopathic haemolytic anaemia. Renal biopsy was was not contemplated because of the marked thrombocytopenia.
Obesity with cardio-respiratory failure 'OBESITY is a condition in which the body contours are distorted by a diffuse accumulation of adipose tissue' (McMullan, 1959) . Although obesity is equated with health in some societies, Western civilization is rightly conscious of its numerous complications. Amongst the latter is a clinical syndrome ofhypoventilation, pulmonary hypertension, secondary polycythaemia and eventual cardiorespiratory failure. The cause of this syndrome is not established but it has been suggested (Carroll, 1956 ) that excessive fat on the chest and abdominal walls, by interfering with the mechanics of breathing, is a contributory factor. This view is supported by the finding that the abnormalities may be reversed by satisfactory weight loss.
